The reabsorption of phosphate (PI) from the glomerular filtrate is under the control of parathyrin and the dietary phosphate intake. Parathyrin induces phosphaturia through an inhibition of the re-uptake of phosphate by the cells of the proximal tubule, whereas a diet low in phosphate leads to an increased rate of tubule phosphate reabsorption which is resistant to inhibition by parathyrin (dennis et al., 1979).
The reabsorption of phosphate (PI) from the glomerular filtrate is under the control of parathyrin and the dietary phosphate intake. Parathyrin induces phosphaturia through an inhibition of the re-uptake of phosphate by the cells of the proximal tubule, whereas a diet low in phosphate leads to an increased rate of tubule phosphate reabsorption which is resistant to inhibition by parathyrin (dennis et al., 1979) .
Isolated chick kidney tubule cells were prepared and the initial rate of phosphate accumulation was measured essentially as described by Grahn & Butterworth (1981) . In order to investigate the effect of changes in the phosphate status of the cells, cells were prepared in buffers containing either no phosphate (phosphate-depleted cells) or in buffers containing KH,PO, (1 mmolh) (normal-phosphate cells). The kinetics of phosphate uptake were determined by measuring the initial rate of phosphate accumulation at various external phosphate concentrations. Cells produced in buffers containing phosphate were washed in phosphate-free buffers immediately before addition of the radiolabelled phosphate solution. The results are shown in Fig. 1 , which demonstrates that phosphate-depleted cells show an enhanced phosphate uptake compared with cells of normal phosphate status. The apparent V,,,,,. of the system is raised from 243 to 4 16 pmol/min per mg of protein.
Addition of bovine parathyrin-( 1-32)-peptide (1 pmolh) to cells of normal phosphate status for 4 min lowered the initial rate of phosphate accumulation to 75 f 7% of the control value (mean S.E.M. for three separate experiments) which compares well with the 13% inhibition seen 3min aRer addition of parathyrin in a similar system by Liang et al. (1982) . However, addition of parathyrin under the same conditions to phosphatedepleted cells resulted in a 24 f 9% stimulation of the initial rate of phosphate accumulation (mean f S.E.M. for eight separate experiments). This stimulation might result from a parathyrin-mediated stimulation of gluconeogenesis in the absence of its normal action on phosphate accumulation, as we have evidence that conditions enhancing gluconeogenesis also result in a greater rate of phosphate accumulation. and carrier phosphate at the given concentrations.
effect on phosphate accumulation similar to those seen in phosphate-depleted whole animals and so provides a convenient model system for use in studies on the interactions between phosphate status and hormone action. Unlike that of pteroylglutamate, intestinal absorption of the naturally occurring folate 5-Me-H4PteGlu is passive. Saturation kinetics are not observed, nor is metabolic dependence. A permeation mechanism based on intestinal surface pH is proposed to account for the passive transport of 5-Me-H4PteGlu and the apparent active transport of pteroylglutamate (Blair et al., 1974) . However, circumstances that alter surface pH, other than pH changes themselves, also inhibit metabolism and therefore substrate supply for active transport. Consequently, Abbreviation used: 5-Me-H,PteGlu, 5-methyltetrahydropteroylglutamate.
validation of the surface-pH hypothesis is problematical. The model predicts that elevated surface pH restricts 5-Me-H,PteGlu permeation, despite this being passive. Therefore 5-Me-H4PteGlu transport was examined in the presence of bile salts found to increase surface pH.
Surface pH was measured as described in detail extensively elsewhere (Lucas & Blair, 1978) by using a modified pHelectrode (Blair et al., 1982) . 5-Me-H4PteGlu permeation and fluid movement was measured in everted sacs by using 14C-labelled 5-Me-H4PteGlu (Blair et al., 198 1) . Mucosal, tissue and serosal changes in fluid and folate were measured in the presence and in the absence of deoxycholate. In the experiments, sections of rat proximal jejunum were incubated in uitro in Krebs-Henseleit bicarbonate buffer containing 1OmM-glucose, maintained at 37OC and gassed with O,/CO, (19 : 1) mixture. Surface pH was measured in the presence and in the absence of cholate, deoxycholate or glycodeoxycholate within the concentration range 0.01-10m~.
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